neurobehavioral changes were robustly and adversely associated them with recent or chronic ambient exposure to PM air pollution at residence, i.e. with recent exposure for visual information processing speed (pattern comparison test) and with chronic exposure for sustained and selective attention were noted. [2] Over many years, extensive evidence has shown that air pollution affects cardiovascular and respiratory morbidity and mortality in both adults and children across the world. [3] [4] [5] [6] Air pollution has also been consistently and widely associated with elevated risks of adverse pregnancy outcomes such low birth weight, [7, 8] preterm delivery, [9, 10] intrauterine growth retardation, [11, 12] and congenital disabilities. More recently, there have been studies examining the link between air pollution and adverse neurological outcomes. [12] 
HEALTH EFFECTS OF AIR POLLUTION
Heath issues caused by air pollution such as PM are much concerned and focused among air, water, and soil pollutions because humans breathe air for whole life span. Physical and chemical characteristics of PM 2.5 and PM 10 and dose-response associations of PM 10 , PM 2.5 and their components with mortality and risk of cardiopulmonary diseases, early health damages such as the decrease of lung functions and heart rate variability were evaluated [13] DNA damage, and the roles of genetic variations and epigenetic changes in lung functions and heart rate variability, DNA damage related to PMs and their components were also evaluated. [13] It is well established that short-term exposure to ambient air pollutants can exacerbate asthma; however, the role of early life or long-term exposure is less clear. The association between severe asthma exacerbations with both birth and annual exposure to outdoor air pollutants with a population-based cohort of children with asthma in the province of Quebec Canada was studied. [14] These authors stated their results support the conclusion, within the limitation of there study, that asthma exacerbations in asthmatic children are mainly associated with time dependent residential exposures.
CYTOKINES: INTERLEUKIN-33 AND THYMIC STROMAL LYMPHOPOIETIN
Cytokines are very relevant to air pollution as reviewed in the literature below related to interleukin-33 (IL-33) and thymic stromal lymphopoietin (TSLP). The epithelial cell-derived cytokines, TSLP, and IL-33 have received attention for their role in allergic responses. The objectives were to assess correlations among IL-33, TSLP, and immunoglobulin E (IgE) in umbilical cord blood samples and identify prenatal predictors of these biomarkers. The observed statistically significant association between maternal allergy and joint elevation of levels of TSLP and IL-33 suggests that maternal allergy has an influence on these biomarkers that is detectable at birth. Neonates with elevated cord blood levels of TSLP and IL-33 may represent an immunologically distinct subset. These cytokines were associated with maternal and infant characteristics that reflect underlying inflammation and/or increased risk of allergic disease development. Thus, cord blood levels of TSLP and IL-33 warrant further investigation as potential predictive factors for inflammatory and allergic disease. Given what is known regarding the integral role of TSLP and IL-33 in allergic disease and inflammatory processes, the present findings also raise interesting questions regarding in utero coordinated regulation of these cytokines and motivate further research on this topic.
Average and trimester-specific exposures to ambient measures of NO 2 and (PM 2.5 ) were associated with elevated cord blood concentrations of IgE and two epithelial cell-produced cytokines: IL-33 and TSLP. [15] Statistically significant associations between maternal NO 2 exposure and elevated cord blood concentrations of both IL-33 and TSLP among girls but not boys have been reported. Thus, maternal NO 2 exposure may impact the development of the newborn immune system as measured by cord blood concentrations of these two cytokines. [15] 
THE FETAL IMMUNE SYSTEM RELATED TO INTERLEUKIN-33 AND THYMIC STROMAL LYMPHOPOIETIN
The fetal immune system is a critical window of development. The epithelial cell-derived cytokines, TSLP, and IL-33 have received attention for their role in allergic responses but not been studied during this critical window. This study assessed correlations among IL-33, TSLP, and IgE in umbilical cord blood samples and identified prenatal predictors of these biomarkers. [16] In this population of Canadian women and infants, TSLP and IL-33 were detectable in cord blood, more strongly correlated with each other than with IgE and associated with maternal characteristics indicative of inflammatory responses. This study motivated investigation into the value of cord blood IL-33 and TSLP levels as childhood allergy predictors and raised interesting questions regarding in utero coordinated regulation of these cytokines. [16] 
TOBACCO SMOKE AND PERINATAL OUTCOMES
Tobacco smoke exposure is clearly related to perinatal outcomes as reviewed in the literature below. A retrospective cohort study was conducted in Newfoundland and Labrador, Canada, on the effects of environmental tobacco smoke (ETS) on perinatal outcomes. Women who self-reported exposure to ETS were compared with those who reported no exposure. Univariate analyses and multivariate linear and logistic regression analyses (adjusting for maternal age, parity, partnered status, work status, level of education, body mass index, alcohol use, illicit drug use, and gestational age) were performed, and odds ratios (adjusted differences) with 95% confidence intervals were calculated. [17] Measures were birthweight, birth length, head circumference, and stillbirth. Secondary outcomes included gestational age at delivery, preterm birth <37 and <34 weeks of gestation, prelabor rupture of membranes, Apgar score, endotracheal intubation for resuscitation, neonatal intensive care unit admission, congenital anomalies, respiratory distress syndrome, intraventricular hemorrhage, neonatal bacterial sepsis, jaundice, and neonatal metabolic abnormalities.
A total of 11,852 women were included: 1202 exposed to ETS and 10,650 not exposed. Exposure to ETS was an independent risk factor for lower mean birth weight, smaller head circumference, shorter birth length, trends toward preterm birth <34 weeks, and neonatal sepsis. Thus, exposure of nonsmoking pregnant women to ETS is associated with a number of adverse perinatal outcomes including lower birth weight, smaller head circumference, and stillbirth, as well as shorter birth length. This information is important for women, their families, and healthcare providers and reinforces the continued need for increased public policy and education on prevention of exposure to ETS. [17] 
THE EMERGENCY DEPARTMENT AND AIR POLLUTION
Air pollution can cause respiratory symptoms or exacerbate preexisting respiratory diseases, especially in children. This study looked at the short-term association of air pollution concentrations with ER admissions for respiratory reasons in pediatrics (age 0-18 years). A daily number of ER admissions in a children's hospital, concentrations of urban background PM 2.5 , NO 2 , O 3 , and total aeroallergens were collected in Turin, Northwest Italy, for the period August 1, 2008-December 31, 2010 (883 days). The associations between exposures and ER admissions were estimated. Overall, these findings confirmed adverse short-term health effects of air pollution on the risk of ER admission in children and encouraged a careful management of the urban environment to health protection. [18] Over the last decades, the prevalence of respiratory diseases, especially asthma and allergies, has increased considerably, especially in industrialized countries. [19, 20] The etiology of respiratory diseases is multifactorial and includes, among others, interactions between genetic predisposition and environmental factors. [21] The environmental dynamics, characterized by climate change, qualitative and quantitative aspects of chemical air pollution and airborne pollens, may partially explain the increased incidence of respiratory symptoms and respiratory diseases during the last years. [22] 
ASTHMA AND THE EMERGENCY DEPARTMENT
Asthma is one of the most common chronic pediatric diseases. Patients with asthma often present to the emergency department for treatment for acute exacerbations. These patients may not have a primary care physician or primary care home and thus are seeking care in the emergency department. [23] Asthma care in the emergency department is multifaceted to treat patients with asthma appropriately and provide quality care. National and international guidelines exist to help drive clinical care. Treatment of patients with asthma should include the acute exacerbation, long-term management of controller medications, and controlling triggers in the home environment. The current state of asthma research in emergency medicine in the US was discussed some of the resources being used to help provide a medical home and improve care for patients who suffer from acute asthma exacerbations. [23] Many children with asthma are repeatedly exposed to asthma and allergy triggers in their environments that exacerbate their asthma symptoms. This includes exposure to poor air quality (tobacco smoke exposure) [24] traffic-related air pollution, [25] animal dander, dust mites, mold, and a lack of air-conditioning. Many of these environmental factors, as well as the weather fluctuations of temperature and humidity exist. [26] CONCLUSION This review has highlighted environmental health issues, air pollution related to traffic, physical, and chemical factors, PM, adverse neurological outcomes, two important cytokines, tobacco smoke, perinatal outcomes, and the emergency department related to asthma, exacerbations, environmental allergens, animal dander, dust mites, mold, lack of air-conditioning, and weather fluctuations of temperature and humidity.
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